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CORRESPONDENCE
Liver abscess due to Listeria monocytogenes
Listeria monocytogenes is a facultative intracellular, Gram-positive,
motile rod which causes both sporadic disease and outbreaks of
food-borne infection in humans.
Infections with L. monocytogenes occur most frequently in
neonates and in adults with immunosuppression, in pregnancy,
advanced age, HIV infection, transplant recipients or diabetes
mellitus [1–3]. The most apparent clinical forms present as
meningitis and primary bacteremia. Focal nonmeningeal infec-
tions are uncommon and very few cases affecting the liver have
been reported [4–7].
We present a case of solitary liver abscess due to L. mono-
cytogenes. A 58-year-old, obese woman healthy except for a
type II diabetes mellitus was admitted to the hospital with fever
and abdominal pain in the right upper quadrant that had been
present for 1 week. Physical examination revealed a tem-
perature of 39 °C, pallor and tenderness in the right upper
quadrant, but no hepatosplenomegaly. Laboratory test findings
were as follows: white blood cell count 18 000 per mm3 (77%
neutrophils; 23% lymphocytes); haemoglobin level, 9.7 g/dL;
erythrocyte sedimentation rate, 120 mm/h; glucose,
404 mg/dL; alkaline phosphatase, 424 U/L; gamma glutamyl
Table 1 Summary of data from cases of L. monocytogenes infection of the liver
Patient no. Patient
[Reference] Age/Sex Method of diagnosis Liver function test Treatment Outcome
1 [PR] 58/F Ultrasound-guided needle 	 SGOT,SGPT,gGT,AP Ampicillin and gentamicin Survived
aspiration
2 [4] 73/F Ultrasound-guided needle Normal Ampicillin and gentamicin; Survived
aspiration amoxicillin
3 [8] 66/M Blood cultures NA Penicillin and gentamicin; Survived
penicillin; amoxicillin
4 [9] 56/F Ultrasound-guided needle NA Ampicillin and gentamicin Survived
aspiration
5 [10] 77/F NA NA Ampicillin and gentamicin Survived
6 [11] 22/F NA NA NA Died
7 [12] 38/M Blood and CSF cultures NA Penicillin; oxytetracycline Died
8 [13] 70/F Blood and CSF cultures NA Ampicillin Died
9 [14] 51/M Blood and CSF cultures NA Ampicillin Died
10 [15] 55/M Blood cultures 	 SGOT Cefoxitin and clindamicin Died
11 [16] 59/F CSF culture NA Penicillin and streptomycin Died
12 [17] 81/M NA NA Ampicillin Survived
13 [18] 67/F Blood cultures NA Penicillin Died
14 [5] 67/M Laparotomy 	 gGT,AP Cefazolin and gentamicin; Survived
ampicillin/sulbactam
15 [6] 55/M Blood cultures 	 SGOT,SGPT,gGT,AP Ceftriaxone; ceftazidime Died
16 [7] 28/F Blood and vaginal swabs Normal Cefuroxime and metronidazole; Survived
cultures amplicillin and netilmicin
PR, present report; NA, data not available.
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transferase, 89 U/L; alanine aminotransferase, 227 U/L; aspar-
tate aminotransferase, 230 U/L; both total and fraction bilirubin
levels were normal as was the immunoglobulin level and the
result of the coagulation study. Abdominal ultrasound detected
minimal hepatomegaly with a hypoechoic lesion located in the
right hepatic lobe that was compatible with a liver abscess.
Ultrasound-guided needle aspiration was performed and 30 mL
of pus was drained. Empirical treatment with piperacillin/
tazobactan (4/0.5 g IV every 8 h) was instituted. Two days later
a culture of the drained pus yielded a heavy growth of L.
monocytogenes and so the previously used antibiotics were
replaced by ampicillin (12 g/day) and gentamicin (3 mg/kg per
day) intravenously for 4 weeks and then oral amoxicillin
(1.5 g/day) for 2 weeks. Blood cultures on her admission were
negative. The epidemiological history included nothing of par-
ticular significance. During the following weeks there was pro-
gressive improvement and the patient made a total recovery. A
computerized tomography scan of the liver 2 months later
showed complete resolution of the lesions and a second globular
sedimentation rate was 23 mm/h.
Liver involvement in infections due to L. monocytogenes is
rare, probably having its origins either in a primary bacteremia
then spreading to different organs or through the portal system
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after enteric colonization. Table 1 summarizes previous cases of
L. monocytogenes infection of the liver. Three patterns of liver
infection have been described: solitary liver abscess, multiple
liver abscesses and acute hepatitis. Our case, as with those
previously reported, corresponds to a patient whose only
known risk factor was diabetes mellitus and who presented with
a solitary liver abscess with neither associated bacteremia nor
meningitis. The outcome was completely favourable after sur-
gical drainage and antibiotic treatment with ampicillin and
gentamicin. On the other hand, in the cases of liver involve-
ment with multiple abscesses, the clinician may need to exercise
more caution since the outcome involves increased morbidity
and mortality.
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Isolation of verotoxigenic strains of Escherichia coli O26 in Poland
Verocytotoxin-producing strains of Escherichia coli (VTEC) are
causes of diarrheal illness and hemolytic uremic syndrome in
humans. The most common serotype of VTEC is E. coli
O157:H7, which does not ferment sorbitol and does not pro-
duce b-glucuronidase, in contrast to other E. coli strains.
In this study we searched for VTEC strains in 359 unselected
stool samples routinely submitted for culture to the Department
of Microbiology of the Medical University. Stool samples were
obtained from patients with diarrhea or gastroenteritis (175
adults and 184 children). All specimens were cultured for
enteric pathogens by established bacteriologic techniques. From
each sample, about 20 separate colonies, presumed on the basis
of lactose fermentation and colony morphologic features to be
E. coli, were picked from MacConkey agar plates and sub-
cultured on sorbitol–MacConkey agar in order to isolate E. coli
O157: H7 [1,2]. The same colonies were plated on tryptone–
soya agar supplemented with 5% sheep erythrocytes washed
three times in phosphate-buffered saline (PBS) in order to
isolate enterohemolysin-producing strains of VTEC, and on
tryptone–soya agar supplemented with unwashed sheep
erythrocytes for detection of other hemolysins [3]. Since most
verocytotoxin-producing E. coli strains show a lack of b-glu-
curonidase activity, all the examined isolates were tested in a
rapid fluorogenic assay in accordance with Thompson et al [4].
This assay used 4-methylumbelliferyl-glucuronide (MUG) as
an indicator, which is hydrolyzed to a fluorogenic product by
the enzyme b-glucuronidase. The test reaction was performed
in a microdilution 96-well U plate. Fifty microliters of MUG
reagent was dispensed to wells, and a loopful of pure isolate was
emulsified into MUG to produce a milky suspension. The
